R isk stratification and treatment planning for penetrating head injures involves consideration of the both the immediate injury and subsequent implications. While streak artifacts arising from a nail often prevent clear assessment of its exact position, thereby impeding treatment planning, clinical decision making should be focused on preventing further damage.
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CLINICAL PRESENTATION
A 48-year-old man with paranoid schizophrenia was admitted to the emergency department because of epistaxis and altered mental status impeding anamnesis. Vital signs were normal and physical examination revealed no focal neurological deficits but mild oral dyskinesia. Upon clinical inspection, a metallic foreign body was found fixed in the right nasal passage. Otoscopy revealed a perforation of the right tympanum. Subsequent plain skull X-rays and computed tomography (CT; Fig. 1A-D) with CT angiography (Fig. 1I) showed an 11-cm long construction nail passing from the right nasal cavity through the ethmoid air cells into the left frontal lobe (Fig. 1A-H) . The exact relation to the left anterior cerebral artery (ACA) in proximity to the foreign body was uncertain (Fig. 1J) . After bifrontal craniotomy, the frontal skull base and the ACA complex were microsurgically explored and the vessels found to be intact, but in close contact with the foreign body. The nail was then removed under microscopic control (Fig. 1L) . The frontal skull base was reconstructed with autologous galeaperiost and the nasal bleeding sealed with tamponades.
The patient later reported having intentionally hammered the nail first into the right ear and then into the nasal cavity with the intention to ''kill the voice in my head.'' A tetanus booster was administered. The patient was treated with a course of broadspectrum antibiotics (ceftriaxon, metronidazole, and flucloxacillin) for 10 days. The psychiatric therapy with an atypical neuroleptic (olanzapine) was continued, resulting in marked reduction of psychotic symptoms. One-year follow-up was uneventful.
DISCUSSION
Self-inflicted injury of the head with a nail is an infrequent and idiosyncratic phenomenon, 2-7 mainly associated with psychotic illness. 5 In patients with paranoid schizophrenia, reasons for selfinflicted injuries are either to kill the inner voice, 8 obedience to auditory hallucinations, 9 or suicide attempts. [3] [4] [5] On rare occasions, foreign bodies in the head have been found incidentally without the patient being aware of their presence. 6 Interestingly, most patients with psychotic disorders who attempt suicide by inserting nails in or at close proximity to the midline experience no sequelae. 6, 10 Furthermore, neurological deficits or infections resulting from stabbing a nail into the head are hardly ever reported. 11 In contrast to high-velocity projectiles with less risk of pyogenic infections, 12 an indwelling nail presumably has a higher risk of being contaminated, 13 and therefore a tetanus booster and broad-spectrum antibiotics were administered.
Streak artifacts arising from the nail prevented a clear assessment of the exact position of the nail tip in relation to the ACA, so we decided on an exploratory procedure. The intraoperative site was further irrigated with gentamicin and the defect at the skull base sealed to prevent cerebrospinal fluid leak, a major risk factor for infection. 14 Cerebral angiography in nail injuries may rule out acute vascular injuries in addition to providing hints as to traumatic pseudoaneurysms or fistula development. 15 Gupta et al 2 recently reported the usage of dual-energy CT allowing for better suppression of streak artifacts. Despite the low likelihood of vessel involvement, ensuring timely vascular control might nevertheless have been difficult. Furthermore, preventing cerebrospinal fluid leaks and related infections, although rarely reported, might be better prevented by surgical exploration and irrigation.
CONCLUSION
Metal artifacts from an indwelling nail after self-inflicted injury may limit evaluation of possible vascular involvement and therefore careful assessment is vital in preventing secondary damage.
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CLINICAL REPORT
A 72-year-old female was referred to the Department of Oral and Maxillofacial Surgery with a diagnosis of dry socket/alveolar osteitis of the inferior right second molar region, which had been lasting since 2 weeks. The patient reported that a private dentist had managed her for the extraction of the lower second right molar. The extraction had been performed with local anesthetic with adrenaline 2 months before. At the time of dental surgery, she told her dentist of being taking only D3 vitamin for her osteoporosis and denied any use of bisphosphonates.
At the admission in the Unit of Oral surgery of our University, we asked the patient again about the use of antiresorptive drugs and she told us that she had taken clodronate 200 mg once a month intramuscular for 3 months. The first dose had been taken 1 month before dental extraction (June 20th). The second dose had been taken the day after the extraction (July 21st), and the third and last dose, 1 month later (August 19th).
After the extraction, the patient had taken oral antibiotics (amoxicillin twice a day for 1 week) and done oral rinses with 0.12% chlorhexidine once a day. During clinical follow-up, her dentist reported the normal healing of socket and mucosa and no pain or swelling had been reported.
On September 28th, 2 months after dental extraction and 1 month after the last dose of clodronate, the patient reported a sensation of ''cutting ridge'' on the lingual right margin with a moderate pain (VAS 5). The clinical view at the time of this complication showed
